Totally three articles focusing on the protective effects of Schisandrin B, berberine and curcumin against amyloid beta-induced neuronal toxicity were published in three issues. We hope that our readers find these papers useful to their research.

**Abstract**

PC12 cell injury was induced using 20 μM amyloid β-protein 25--35 to establish a model of Alzheimer\'s disease. The cells were then treated with 5, 10, and 25 μM Schisandrin B. Methylthiazolyldiphenyl-tetrazolium bromide assays and Hoechst 33342 staining results showed that with increasing Schisandrin B concentration, the survival rate of PC12 cells injured by amyloid β-protein 25--35 gradually increased and the rate of apoptosis gradually decreased. Reverse transcription-PCR, immunocytochemical staining and western blot results showed that with increasing Schisandrin B concentration, the mRNA and protein expression of vacuolar protein sorting 35 and amyloid precursor protein were gradually decreased. Vacuolar protein sorting 35 and amyloid precursor protein showed a consistent trend for change. These findings suggest that 5, 10, and 25 μM Schisandrin B antagonizes the cellular injury induced by amyloid β-protein 25--35 in a dose-dependent manner. This may be caused by de-creasing the expression of vacuolar protein sorting 35 and amyloid precursor protein.
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**Abstract**

Berberine, a major constituent of *Coptidis rhizoma*, exhibits neural protective effects. The present study analyzed the potential protective effect of berberine against amyloid β-induced cytotoxicity in rat cerebral cortical neurons. Alzheimer\'s disease cell models were treated with 0.5 and 2 μM berberine for 36 hours to inhibit amyloid β-induced toxicity. Methyl thiazolyl tetrazolium assay and terminal deoxynucleotidyl transferase-mediated dUTP nick-end labeling staining results showed that berberine significantly increased cell viability and reduced cell apoptosis in primary cultured rat cortical neurons. In addition, western blot analysis revealed a protective effect of berberine against amyloid β-induced toxicity in cultured cortical neurons, which coincided with significantly decreased abnormal up-regulation of activated caspase-3. These results showed that berberine exhibited a protective effect against amyloid β-induced cytotoxicity in cultured rat cortical neurons.

![Protective effects of berberine against amyloid beta-induced toxicity in cultured rat cortical neurons\
*Neural Regen Res. 2011;6(3):183--187*.](NRR-7-938-g002){#F2}

**Abstract**

Several studies have demonstrated that the amount of beta-amyloid (Aβ) protein in the brain can be lowered by down-regulating Aβ production, promoting Aβ degradation, reducing Aβ oligomerization or deposition, thereby alleviating symptoms of Alz-heimer\'s disease. Curcumin has been known to be a peroxisome proliferator activated receptor gamma (PPARγ) agonist and can obviously inhibit Aβ production and oligomerization. This study investigated the effects of curcumin on the β-site APP cleaving enzyme 1 (BACE1) activity and PPARγ expression in human neuroblastoma SH-SY5Y cells, and validated the inhibitory effects of curcumin on Aβ40/42 expression in the brain. Results revealed that PPARγ mRNA and protein expression in the human neuroblastoma SH-SY5Y cells significantly increased with increasing curcumin concentration and time course; BACE1 mRNA and protein expression and Aβ40/42 production significantly decreased with increasing curcumin concentration and time course. The changes in PPARγ and BACE1 expression during Aβ production could be reversed by the PPARγ antagonist GW9662. These findings indicate that curcumin reduced Aβ production by activating PPARγ expression and inhibiting BACE1 ex-pression in a concentration- and time-dependent manner.
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